Cicalese et al. [1] improperly draw conclusions regarding suggested cause and effect from the associations described by the data in their study. The authors derive effects from estimates of ambient vinyl chloride monomer (VCM) that describe only associations based on inconsistent data. A link between VCM and liver cancer cannot be demonstrated nor assumed from the data in the study.
of exposure to VCM must be > 7,531 ppm-years to develop ASL [4] 1 . Available information suggests that exposure to VCM must be 10-fold higher to develop HCC, far exceeding actual exposures. The evidence of risk of HCC from VCM exposure is based on a few and overlapping data [4] [5] [6] 2, 3 .
The authors provide limited qualifying statements regarding "the first analysis" and some inconsistencies in their data but did not take those restrictions into account when drawing conclusions. Rather than concluding that associations observed suggested possible links between volatile airborne contaminants and HCC, they instead dropped any qualification when singling out VCM exposure and HCC. Strangely, the associations in the logistic regression for VCM were strongest for the shortest latency period, which is inconsistent with established epidemiology [2] . Nor do the authors account for the most likely cause of increased occurrence -hepatitis C or B virus infection [7] 4 .
The authors knew the limitations of the study but then ignored those limitations when making conclusions. There were many inconsistencies in the regression analyses performed on the different chemical species. Specifically, some associations for each chemical species were significant with one regression method but not the second method. The authors did not explain why the 2 regression methods should not be consistent and provided no rationale for using gamma-regression without exploring other nonlinear approaches. A subsequent article by Cicalese et al. [8] does not include VCM among air pollutants associated with primary liver cancer in Texas.
Because of the inconsistent results and the inherent limited nature of associations derived from statistical relationships, it is inappropriate to attribute a significant association to VCM exposure and HCC incidence, and there is certainly no attributable cause and effect relationship.
